ABSTRACr A toolsetter developed occupational asthma due to the oil mist generated by his lathe on which it was used as a coolant. The diagnosis was confirmed by serial measurements of peak expiratory flow at home and work, including a prolonged period away from work. Occupational type bronchial provocation tests were performed using the whole emulsified oil and its components separately. He reacted specifically to the whole emulsified oil and to the reodorant, a pine oil preparation. He also reacted to colophony, a constituent of the emulsifier.
Exposure to cutting oil mists is common in industrial nations. ' Although bronchitis has been associated with the use of such agents,23 the occurrence of asthma has not previously been recorded. Cutting oils may be categorised into three major classes: straight mineral oils containing mineral oil but no water; emulsified oils containing mineral oil and water; and synthetic cutting fluids that do not contain mineral oil. The emusified oils, in addition, contain several additives including corrosion inhibitors, extreme pressure additives, antifoamers, colourants, germicides, and reodorants. The emulsified oils also become contaminated with bacteria during use.
We report a patient who presented with symptoms suggestive of occupational asthma in a factory where it had been previously unrecognised. The case illustrates the stages in uncovering a new cause of occupational asthma. A history suggestive of occupational asthma was confirmed by serial measurements of peak flow at home and work. This relation between a fall in peak flow and work exposure, however, only became clear after a prolonged period away from work. The precise causes of the occupational asthma were found by occupational type bronchial provocation testing to materials met at work. The patient reacted to pine oil, used as a reodorant, and to colophony, a constituent of the emulsifier, both present in the emulsified oil used at his workplace and both derived from pine trees. Occupational type bronchial provocation testing first requires satisfactory control data, in particular stable values for FEV1 for 10-12 hours. In this case regular beclomethasone, salbutamol, and ipratropium were needed to achieve baseline stability.
Such treatment may block asthmatic reactions, but 7 8 9 in practice larger exposures can usually overcome any protective effect of these drugs. The initial g an immediate bronchial provocation tests were with components of hard metal, the only recognised cause of occupational asthma in grinders, drillers, and cutters. Tungsten carbide (which is thought to be inert) was used as the control for cobalt, which is responsible for occupational asthma in hard metal workers. There was no reaction to either exposure. Turpentine Emulsified oils, as used by our patient at work, are contaminated by the metals that they are cooling and by bacteria. The workers inhale the emulsified oil after it has been nebulised by hitting the rotating workpiece which becomes heated by friction. Colophony is an irritant at high concentrations, particularly to the eyes, and the threshold limit value for colophony fumes is based on its irritant properties. Colophony fumes are a well recognised cause of occupational asthma9 10; studies comparing the threshold levels of colophony fume and of inhaled histamine have shown only a weak correlation between the two, suggesting that the reactions to colophony are specific and not usually due to nonspecific irritation." Colophony fumes have occasionally caused asthmatic reactions that are thought to be irritant, but the level of exposure required to produce irritant reactions, even in those with the greatest non-specific reactivity, were subjectively much higher than those produced in the present study. In addition there was no reaction in an asthmatic subject simultaneously exposed with our patient. It is, therefore, unlikely that the reaction to colophony was produced by non-specific irritation.
Hendy, Beattie, and Burge The mechanism of the reaction to turpentine (and pine oil) is much less clear. There are no reports of groups with increased non-specific bronchial reactivity who have been exposed to turpentine fumes. The only previously published data relate to two electronic workers with occupational asthma due to colophony who failed to react to a 30 minute exposure to turpentine painted on to a flat surface.9
It is not possible from the current data to differentiate between the irritant or an allergic mechanism for the reaction to turpentine.
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